focusing on Drp1 mutants. To analyze mitochondrial morphology, we used embryos expressing et al., 2013)] markers. Drp1 embryos showed longer and more interconnected mitochondria, the F-actin defects observed in Drp1 embryos were associated with E-cad remodeling defects, we imaged control and Drp1 mutant embryos expressing ubi-E-cad:: GFP (Oda and Tsukita, 1999) and mCherry:: Moesin (Millard and Martin, 2008) before and upon wounding. We observed no close to the ER, forming Ca 2+ signaling microdomains. Ca 2+ uptake by mitochondria reduces the 201 cytCa 2+ levels close to the open ER channels (local cytCa 2+ ), preventing their Ca 2+ -dependent If the Ca 2+ buffering capacity of mitochondria is compromised, as it seems to be in Drp1 embryos, 207 the high local cytCa 2+ levels could inhibit IP3R opening and reduce Ca 2+ release, resulting in lower 208 global cytCa 2+ levels. This would then affect the Ca 2+ wave propagation, as less Ca 2+ and/or IP3 209 would cross Gap Junctions.
210
Xu and Chisholm reported that suppression of mitochondrial Ca 2+ uptake impairs the wound 211 closure process. MitCa 2+ triggers mitochondrial ROS production, that in turn regulates the F-actin 212 cytoskeleton through RHO-1 (Xu and Chisholm, 2014) . In this work, we show that impairment of 213 mitochondrial fission by Drp1 loss-of-function compromises mitochondrial and cytosolic Ca 2+ 214 increase upon wounding. Not many studies have addressed how Drp1 modulation affects the macrophages (Wang et al., 2017) increases mitCa 2+ levels. Here we observe the opposite effect,
217
suggesting that the role of Drp1 on mitCa 2+ regulation may be context dependent. Further work is 218 needed to understand how Drp1 regulates mitochondrial Ca 2+ uptake in the Drosophila epidermis.
219
As it has been shown that Ca 2+ regulates actin dynamics upon wounding (Antunes et al., 2013;  220 Xu and Chisholm, 2011), the Ca 2+ defects observed in Drp1 mutants could be the cause of the 221 defective F-actin accumulation at the wound edge and consequent wound healing impairment.
222
Nevertheless, we cannot exclude the possibility that Drp1 regulates F-actin in a Ca 2+ -independent 
230
In conclusion, our work shows a novel role for mitochondrial dynamics in epithelial repair. In 231 particular, mitochondrial fission is essential for the wound-induced Ca 2+ increase and F-actin 232 polymerization at the wound edge during epithelial repair. 
